In 1958 Wartenberg' collected his earlier brief descriptions and delineated a distinctive condition of migrant sensory neuritis. As in many original descriptions of disease, cases of probably quite different nature were included, but a syndrome of episodic, purely sensory symptoms, apparently produced by stretch of cutaneous nerves, was clearly described. It has since been almost entirely neglected, not being mentioned, for example, in Dyck et al's compendious volumes. 2 Bruyn, 3 in the Handbook of Clinical Neurology, presents no original observations but merely summarises Wartenberg's report. The syndrome is, however, not uncommon and we here describe six examples.
Clinical description
The essential feature is the sudden onset of a searing pain in the distribution of a cutaneous nerve, precipitated by a movement of a limb. The responsible movements are rapid but not extravagant, being banal activities that have often been performed previously without ill effect. Kneeling, stretching in bed, turning a handle or key or pointing the foot when putting on a sock are typical examples.
The pain is brief and, if the movement is immediately arrested, there are no after effects. If the movement is completed or is repeated within the succeeding days or weeks, cutaneous sensation is lost in the distribution of the affected nerve, but stretch is no longer painful. The patient who has experienced many such episodes comes to recognise the choice between a single severe pain followed by mildly inconvenient numbness, or repeated less severe pain, eventually, in an unguarded moment, culminating in a more severe attack and numbness. The relation to stretch is obvious to the patients, one remarking that: "the nerve feels too tight."
Recovery takes place over about six weeks but if there have been repeated episodes involving the same cutaneous nerve, slight subjective sensory change may persist in part of the affected area. Usually the movement that had induced the attack can afterwards be performed with impunity, at least for long periods. One of our patients had occasionally experienced a pain in the distribution of the second cervical root following some awkward movement of the neck. He remarked that this pain was different in character, in particular being less obviously superficial. Slight tingling persisted in the affected area for some hours only. It was thought that this symptom, a commonplace event, was unrelated and due to acute nerve root entrapment.
The cutaneous nerves known to have been involved in our patients are shown in table 1. In some patients digital nerves were repeatedly affected in varying distribution and multiple attacks affecting the same nerve also occurred. The migrant character of the symptoms is extremely pronounced in some patients, attacks occurring in all four limbs over many years, often with long intervals of freedom followed by a number of attacks in quick succession. In other patients the condition appears to have subsided but follow up may not have been sufficient.
Both sexes are affected and the onset is in the fourth and fifth decades (table 2) . Migrant sensory neuritis, although annoying, is benign and has a number of important negative characteristics. No motor involvement has been identified. The tendon reflexes are normal. There is no undue tendency to pressure palsies or, in our cases, to entrapment neuropathies. Occasionally pressure on a cutaneous nerve involved at the time can be painful, but Tinel's sign is uncommon. There is no nerve hypertrophy. General health is not disturbed and there is no association with diabetes or vascular disease. Routine haematology and ESR are normal. No family history of similar symptoms was obtained but relatives were not systematically examined. Two illustrative cases are described: Eight nerve fascicles were contained within the biopsy specimen. There was loss of large myelinated nerve fibres from all these fascicles though some were more severely affected than others (see histogram, fig 1) . In the fascicle containing no large diameter fibres there was an increase in the proportion of small myelinated fibres and these were grouped in clusters producing a pattern suggestive of himself, but the description of the sensory symptoms, although extremely minute, bears little resemblance to that in our patients. Asbury et a15 described a condition of sensory perineuritis. Their two patients presented with pain in the feet on prolonged standing. Sensory nerves were painful when tapped and Tinel's sign was positive. Individual cutaneous nerves were involved in a relapsing and remitting fashion. No effect of stretch was remarked and the pain appears to have been prolonged. The condition was thought to be different from that described by Wartenberg. The most important distinction is in the histology of the nerve biopsies that showed chronic granulomatous lesions of the perineurium, in some respects reminiscent of leprosy. It appears to have been a true inflammatory neuritis and caused moderate disability.
Wartenberg commented on the effects of stretch in causing pain but did not emphasise the immediate subsequent sensory loss. The connection is so evident, especially to the patients, that it is a reasonable assumption that the fibre loss we observed was the result of stretching the nerve. The investigation of the effects of stretching has been largely confined to main nerve trunks, with particular regard to surgical repair of nerve injuries. All nervous tissue must be capable of sustaining unharmed some degree of stretch and of subsequent retraction. In peripheral nerve axons pursue an undulating course and straighten on being stretched.6 Stretch to the point of damage causes narrowing of the perineurial tubes and injury to myelin and axons.7 Retraction following physiological degrees of stretch may be due to the elastic properties of the perineurium or possibly to contractile elements. 8 In migrant sensory neuritis axonal damage is sustained with normal degrees of stretch. Abnormal
Matthews, Esiri narrowing of the perineurial tube or anchoring of the nerve fibres to their connective tissue coverings can be suggested as possible mechanisms. The biopsy in our patient showed some increase in endoneurial collagen but threw no light on the possible effects of movement. The vascular changes observed were not those of arteritis but it is conceivable that the effect of stretch is on the immediate arterial supply to the nerve and that the symptoms arise in a nerve already affected by ischaemia. The pain itself can scarcely be directly due to ischaemia in view of its instantaneous onset with movement. None of our patients showed evidence of any vascular disease. Our main purpose is to draw attention to the characteristic clinical course of this benign but often alarming condition.
